Helicobacterpylori is found in more than 95% of patients with duodenal ulcer (DU) and its eradication decreases recurrence of DU from 80% to less than 2% in 12 months.1 Both H pylori and acid hypersecretion have a role in the pathogenesis of DU, but it is not clear whether gastric acid hypersecretion in DU is caused by this infection.
Helicobacterpylori is found in more than 95% of patients with duodenal ulcer (DU) and its eradication decreases recurrence of DU from 80% to less than 2% in 12 months.1 Both H pylori and acid hypersecretion have a role in the pathogenesis of DU, but it is not clear whether gastric acid hypersecretion in DU is caused by this infection.
Patients with DU have about double normal basal (BAO) and stimulated peak acid outputs (PAO),2 but the effect of H pylori eradication on these variables is unclear. Two groups of investigators have reported a significant fall in BAO.34 A 66% decrease in gastrin releasing peptide (GRP) stimulated PAO (PAOGRP), in patients with DU one month after H pylori eradication was also recorded. 4 However, other studies have not shown significant changes in BAO or pentagastrin stimulated PAO (PAOpg) in patients with DU studied up to one year after H pylori eradication (Table   I ).3 [5] [6] [7] We have therefore measured BAO, PAOGRp, and PAOpg in H pylori negative controls and Hpylori positive patients with DU before and six months after H pylori eradication.
Subjects and methods
We studied H pylori negative healthy volunteers without dyspepsia and with a normal endoscopy, and 10 H pylori positive patients with symptomatic and endoscopically diagnosed DU. Eight of 10 patients with DU were restudied six months after H pylori eradication with omeprazole 20 mg twice daily and amoxycillin 1 g twice daily, given for two weeks (Table II) . None of the subjects had taken antisecretory medication within seven days of the studies and the patients with DU had not taken non-steroidal anti-inflammatory drugs (NSAIDs). The proportions of cigarette smokers in the two groups were similar. and PAOpg 43 (19-69) v 22 , respectively (Figs 1-3) .
Of the 10 patients with DU, eight agreed to be restudied after H patients with DU (31, range 0-3-55) in this study was only about threefold higher than in the Hpylori negative controls (11, range 1-25). These differences in the magnitude of GRP stimulated acid output between the two studies may be due to technical factors (McColl's group used acetic acid to stabilise the GRP solution, while albumin was used in this study), or to differences in the patient populations (Glasgow has a high incidence of severe DU), but do not change the general pathophysiological import of the findings. It is interesting to compare the data in this study with those of Hirschowitz et al. 15 They studied the acid response to bombesin in patients with DU and healthy volunteers before the discovery of Hpylori. Acid output to bombesin was increased about threefold in the patients with DU in agreement with the results of this study, but again in contrast with the sixfold increase reported by El-Omar et al. 4 One of the H pylon positive patients with DU had a very low acid output to GRP (0. Horizontal bars are medians. (Table I ). In this study PAOpg was re-measured six months after H pylori eradication. This suggests that the lack of change in earlier studies may have been due to a short follow up period. The half life of parietal cells in mice is between [23] [24] [25] [26] [27] [28] [29] [30] [31] [32] [33] [34] [35] [36] [37] [38] [39] [40] [41] [42] days2' 22 and probably longer in humans. Thus it could take many months for the trophic effect of the H pylori induced hypergastrinaemia on parietal cells to decrease; our data suggest that this has occurred by six months. Nevertheless, two groups56 have measured PAOpg one year after H pylori eradication, but did not record any significant changes (Table I) 
